The intensity and submodality of pain are widely attributed to stimulus encoding by peripheral and subcortical spinal/trigeminal portions of the somatosensory nervous system. Consistent with this interpretation are studies of surgically anesthetized animals, demonstrating that relationships between nociceptive stimulation and activation of neurons are similar at subcortical levels of somatosensory projection and within the primary somatosensory cortex (in cytoarchitectural areas 3b and 1 of somatosensory cortex, SI). Such findings have led to characterizations of SI as a network that preserves, rather than transforms, the excitatory drive it receives from subcortical levels. Inconsistent with this perspective are images and neurophysiological recordings of SI neurons in lightly anesthetized primates. These studies demonstrate that an extreme anterior position within SI (area 3a) receives input originating predominantly from unmyelinated nociceptors, distinguishing it from posterior SI (areas 3b and 1), long recognized as receiving input predominantly from myelinated afferents, including nociceptors. Of particular importance, interactions between these subregions during maintained nociceptive stimulation are accompanied by an altered SI response to myelinated and unmyelinated nociceptors. A revised view of pain coding within SI cortex is discussed, and potentially significant clinical implications are emphasized. Ó
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Introduction
Wide agreement exists about the spinal dorsal horn, thalamic, and cerebral cortical targets of afferent drive triggered by noxious environmental stimuli. Pioneering studies established that dorsal horn neurons with thalamic projections maintain or combine the stimulus preferences and response characteristics of distinguishable classes of peripheral nociceptors [136] [137] [138] . Those studies also demonstrated that the response properties of nociresponsive ventrobasal thalamic and primary somatosensory cortical (SI) neurons correspond to those of dorsal horn neurons [33,51,142]. These findings do not, however, permit rejection of the possibility that nociresponsive neuronal activity undergoes functionally significant alteration in its projection from spinal dorsal horn to SI. Most observations from central nervous system (CNS) nociresponsive neurons have been obtained under surgical levels of anesthesia known to decrease the number of stimulus-activated neurons at both spinal and supraspinal levels of the somatosensory nervous system, and to not only reduce but fundamentally alter a neuron's response to stimulus-evoked excitatory drive (eg, convert the response from tonic to phasic-from slowly to rapidly adapting) [42] . SI is known to receive abundant projections from spinal and brain stem neurons that receive their input from myelinated afferents. The spinal terminals of myelinated (Ad) nociceptors do not ramify extensively, and the pain percept that accompanies their activation is experienced as sharp and well localized (as first/ fast/discriminative pain). Reflex adjustments to nociceptive stimulation depend upon myelinated afferent input to the spinal cord and occur before a conscious reaction is initiated [128] . Collaterals of spinothalamic axons that terminate in brain stem nuclei can
